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is a deficiency of prothrombin in the blood. The liver is an important
seat of formation of both prothrombin and fibrinogen, and necrotic
lesions experimentally produced, for example by chloroform, lead to a
fall of both substances in the blood, especially of prothrombin. An im-
portant advance was made by the work of Dam on a haemorrhagic
affection in chickens in which anaemia and a tendency to haemorrhages
were associated with prothrombin deficiency. He showed that this
was due to deficiency of a fat-soluble vitamin widely spread in cereals,
called by him vitamin K; administration of this raised the pro-
thrombin level and removed the haemorrhagic tendency. Later it
was shown that a naphtho-quinone group formed part of the molecule
and various synthetic preparations containing this group have been
used, the substance 2-methyM ,4-naphthoquinone being especially
useful on account of its solubility and ease of absorption. These
substances have now been applied with successful results in various
liver disorders, especially in obstructive jaundice and biliary fistula,
in which there is prothrombin deficiency. The presence of bile salts
is necessary for the absorption of the vitamin from the intestine, and
in the conditions mentioned prothrombin deficiency is the result of
deficient absorption of the vitamin. Bile salts are accordingly given
along with vitamin K. in oral administration, or the latter may be
used parenterally. Theoretically, vitamin K might fail to remove
'prothrombin deficiency owing to liver defect, and there is evidence
that this is actually the case, e.g. in cirrhosis. Prothrombin deficiency
has been observed in other diseases, e.g, in steatorrhoea, and in hsemor-
rhagic disease of the newborn (p. 519), and the blood level can be
raised by administration of vitamin K.
(Prothrombin along with calcium and thrombokinase forms thrombin, and
this acting on fibrinogen forms fibrin and causes coagulation. The amount of
prothrombin in any sample of plasma is calculated from the * prothrombin
time,' that is, the time it takes to cause coagulation along^Tflth the three other
factors, as compared with a normal plasma. The amojwtftis, of course, in inverse
proportion to the prothrombin time.)           % >^
Hepatogenous Jaundice, (b] Toxic or hepato-cellular. As
explained above, we apply this term to the jaundice which occurs
apart from gross mechanical obstruction and which depends upon
damage to the liver parenchyma. Acute cytolytic necrosis of the
liyer and related forms of icterus gravis are outstanding examples.
It is met with in various infective conditions, being a prominent
feature in infective hepatitis, yellow fever and spirochsetal jaundice
(Weil's disease), where the organisms are actually present in the liver,
and it occurs occasionally in typhus, pneumonia, septicaemia, relapsing
fever, smallpox, etc. It'is seen also in some forms of snake-bite and
in poisoning with various definite chemical substances, e.g. trinitro-
toluol, phosphorus, etc.
There has been much dispute as to the nature of toxic and infective
jaundice. It should, however, be regarded as likely that the group